INTRODUCTION
Celiac disease (CD) is described in association with several autoimmune diseases (1) and neurological disorders, and up to 10% of CD patients develop neurological complications (2) . Myasthenia gravis (MG) is an autoimmune neuromuscular disorder that is rarely described in patients with CD (3) . We report the case of a patient with CD who presented manifestations related to a hyperactive immune system, including macroamylasemia, false-positive anti-HCV, positive antinuclear antibody, Raynaud's phenomenon, and MG. The administration of a gluten-free diet (GFD) caused rapid resolution of diarrhea and regression of immune events, but symptoms of MG unexpectedly occurred on that occasion.
CASE REPORT
A 31-year-old woman was seen at our gastroenterology service with a 9-year history of intermittent diarrhea, associated with abdominal pain and weight loss of 12 kg.
Previous laboratory investigation at another service had shown persistent hyperamylasemia and anemia. The patient had a history of an episode of Raynaud's phenomenon associated with intensification of diarrhea one year earlier and reported worsening of diarrhea in the last 4 months, as well as hypotension, hyporexia and muscle weakness. Nailfold capillaroscopy was normal.
After the diagnosis of CD, a GFD was introduced and the patient exhibited resolution of diarrhea and weight loss. Anti-transglutaminase antibodies and anti-HCV subsequently became negative and amylasemia was normalized (Table I) . 
DISCUSSION
Celiac disease is an autoimmune T cell-mediated disorder triggered by the ingestion of gluten in genetically predisposed individuals. More than 99% of patients express HLA DQ2 or DQ8 (2) . The prevalence of autoimmune diseases is higher in patients with CD when compared to the healthy control population. The cumulative risk of autoimmune disease in patients with CD is 8% at age 15 and 16% at age 30. Exposure to gluten seems to contribute to the emergence of autoimmunity and patients who adhere to a GFD have a lower risk of developing autoimmune diseases (1). The observation of normalization of immune events in the present case after introduction of the GFD supports this hypothesis. However, even within this context, the patient developed symptoms related to MG.
Macroamylasemia is a benign condition caused by circulating macroamylase complexes of pancreatic or salivary amylase bound to plasma proteins, which cannot be cleared by the renal glomeruli. In most cases, the macromolecular amylase represents a complex of normal amylase and either immunoglobulin A or G, and may be a specific antigen-antibody complex (4) . There are reports of CD associated with macroamylasemia, with disappearance of this macroenzyme after the introduction of a GFD (5,6), as observed in the present patient. The understanding of this event could prevent patients from being submitted to extensive investigation of pancreatic diseases. The frequency of macroamylasemia has been shown to be higher among patients newly diagnosed with CD than in those receiving a GFD and in these two populations compared to controls without CD (7), a fact demonstrating the role of gluten in the occurrence of this disorder. With respect to the association of CD with Raynaud's phenomenon, few data are available in literature. The rationale for this association could be the common autoimmune pathogenetic background of both disorders. Moreover, the strong immunoinflammatory activation observed in active CD that triggers the chronic release of several cytokines endowed with vasoactive properties (interferon-gamma and interleukin-2, -4, -10) might affect arterial regulation in predisposed patients (8) . There are reports indicating a reduction in Raynaud's phenomenon after the introduction of a GFD and vitamin reposition (9, 10) .
Little is known about the association of CD with myasthenia gravis. Both conditions are T cell-mediated autoimmune diseases in which tissue transglutaminase and nicotinic acetylcholine receptors are the target antigens of the immune attack, respectively (2) . The association between CD and myasthenia gravis could be coincidental, but available evidence suggests that these two distinct immunemediated disorders occur together more frequently than is currently appreciated.
Similar human leukocyte antigen types (HLA-DR3, -DQ2,-DQ8) seem to predispose to both MG and CD (3, 11) . Some serological surveys have investigated the concurrence of antibodies present in the two diseases, with no expressive results (2,3). We found three studies in the literature reporting the association of these two diseases in which the diagnosis of CD preceded symptoms of MG (3, 12, 13) , and one case in which subclinical CD was diagnosed after serological screening of tTG and EMA in patients with myasthenia gravis, confirmed by duodenal biopsy (3) (Table II) .
There are reports of the occurrence of MG even after the introduction of a GFD in patients with CD (3, 12) . The role of a GFD in the course of autoimmune diseases has been studied, but there is no consensus in the literature regarding the course of neurological disorders associated with CD. These disorders sometimes become symptomatic after long periods of exclusion of gluten from the diet (14), as observed in our patient. Muscle weakness in patients with malabsorption might be related to malnutrition or electrolyte disorders. In the present case, aggravation of this symptom was observed after the restrictive diet and in the absence of intestinal symptoms. The diagnosis of accompanying MG may be delayed if weakness is ascribed to CD. The presence of motor weakness and diplopia in treated CD may be a clue to occult myasthenia gravis (11) .
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